Introduction
Ascaris lumbricoides infection represent a major public health problem in poor and developing countries and have constitute universal burden which does not only depend on regional ecological condition but also on local standard of social and economic, development of the people ( Ukbai et al, 2003) . Ascariasis an intestinal worm infection is caused by the parasite Ascaris lumbricoides and a report by World Health Organization (WHO) on soil transmitted helminthes suggests that over one billion people are affected by Ascariasis. This disease is preventing in developing countries and in places of poor sanitation and unhygienic conditions. Even through anthelminthic drugs are available for the treatment of Ascariasis, it is considered as a neglected tropical disease.
Material and Method
The experiments were conducted on infection free laboratory maintained albino rats. The adult parasites were obtained from the intestine of freshly slaughtered sheep and kept in normal saline for egg laying. Sodium bicarbonate culture fluid was used for culturingA. lumbricoides eggsup to embryonated stage. The experimental protocol comprises of control group (6rats), second treated group were administered a low dose of (500 embryonated eggs) of A. lumbricoides (6 rats) and third group were administered a high dose of (1000 embryonated egg) of A. lumbricoides eggs (6 rats). 2 rats from each group were sacrificed after 20, 40, 60 days of post infection. The tissues (liver) were further processed for microtomy and microphotographs.
Observation
Following changes were observed due to infection of A. Lumbricoidesin liver. Changes in the liver of albino rats due to infection with low dose (500 embryonated eggs ) of A. lumbricoides
After 20 days of post-infection
Hepatocytes showed minimal degree of cloudy swelling. Sinusoids appeared normal and no kupffer cell hyperplasia was seen. No specific alteration in portal tract.
After 40 days of post infection
Hepatocytes revealed degenerative changes, fatty cysts formation. Portal tract revealed fibrosis; inflammatory cells mainly lymphocytes and macrophages.
After 60 days of post infection
Hepatocytes characterized by feathery appearance of cytoplasm. Nuclear changes like cyanosis, karyolitic were observed. Sinusoids with kupffer cell hyperplasia observed. Prominent fibrosis characterized by oblong nuclei seen around portal tract 
After 40 days of post-infection
Few lymphocytes were scattered diffusely in the liver lobule. Thick fibrous band withprominent vessels and bile ductile were evident in portal area (fig 6) .
After 60 days of post-infection.
Central vein and sinusoids appeared to be degenerative, necrotic changes were discerned. Kupffer cells seen in fair number. Focal collection of lymphocytes in portal tract ( fig  7) . 
Discussion
During the following investigations various immunopathological changes were observed in low and high doses of infection. Changes were evident in hepatic cells, sinusoids, central and portal vein. These were cloudy swelling, fatty cyst formation, kupffer cell hyperplasia and inflammation. Changes in hepatocytes have beenreported by Mossoud (1981) in the sheep naturally infected with Dicrocoeliumdendriticum. Fatty cyst formation in liver may be due to the interference in the fat metablosim of the liver. Dilation of central vein may be due to the normal tissue response towards internal parasite. Due to low and high dose of infection the liver of albino rats revealed cloudy swelling which is due to the toxins and antigen liberated by the parasite, an important pathological alteration in hepatocytes. In the present studies kupffer cell hyperplasia, focal collections of lymphocytes were observed in high dose of sixty days of post-infection. Pathomorphological changes were similarly observed in the liver of lambs after long term Ascaris suum infection (Krupiceret al 1999). Portal area revealed fibrosis, dilation and congestion sinusoids, degenerative changes in the nucleus. These changes were due to deficient blood supply, inadequate nutrition and oxygenation. Fibrosis in portal tract was observed by Radhaet al (2003) .Changes in the liver parenchyma was also studied by Perez et al (1999) . Present author is of the opinion that various immunopathological alterations may be due to endotoxins liberated by the parasites. The stimulation of liver collagen synthesis and promotion of collagenolysis in schistosomiasis are thought to be indirect result of immunological host responses to schistosome egg antigen. A linkage between the parasite infection and these processes that take place between the parasite and the host's collagen metabolic pathways are responsible for above pathological changes. Anderson (2001) 
